Dear Editor:

Currently, 308-nm excimer laser (EL) therapy is considered the treatment of choice for localized vitiligo. It has recently showed a verified efficacy in treating a variety of hypopigmented dermatoses, such as pityriasis alba, chemical leukoderma, and nevus depigmentosus, as well[@B1]. Although the EL appears to be a promising treatment modality, its safety profile is not fully clear yet. The reactivation of herpes simplex virus (HSV) following EL treatment has been reported exclusively after ophthalmologic applications, which mostly use an EL (193 nm) for ablative procedures, such as keratectomy. However, no case has been reported in dermatology, where the EL is used for non-ablative photo-stimulating purposes. Herein, we report a case of HSV reactivation secondary to EL treatment in a patient with vitiligo.

A 48-year-old man presented with grouped vesicles on the left cheek for 4 days. Physical examination revealed a 1×1 cm^2^-sized, erythematous patch with grouped, crusted vesicles on a depigmented patch ([Fig. 1](#F1){ref-type="fig"}). With a positive Tzanck test, the reactivation of HSV was diagnosed. He had a history of vitiligo on his left cheek and had been receiving EL treatment on the vitiliginous patch twice weekly for 7 months, starting with an initial dose of 150 mJ/cm^2^; the dose had been increased gradually to 350 mJ/cm^2^. His history included occasional relapses of herpes simplex labialis on his lips and no other underlying systemic diseases. After administering topical acyclovir ointment, the lesion improved markedly within a few days. As the typical skin lesion of HSV occurred exactly where the EL had been applied, it is assumed that the HSV reactivation was attributed to the EL treatment.

Latency and reactivation are unique biological features of herpesviruses. HSV is among the most widespread infections, affecting nearly 60% to 95% of human adults[@B2]. After primary infection, HSV ascend retrogradely through sensory nerves to the trigeminal, cervical, lumbosacral, or autonomic ganglia of the host nervous system. There, HSV is sequestered from the host immune surveillance, and persists in a dormant state for life. Once reactivated, HSV affects the innervated cutaneous sites through sensory neurons and leads to the formation of grouped vesicles[@B2]. Factors inducing the recurrence of latent HSV include ultraviolet light, immunosuppression, hyperthermia, trauma, emotional stress, hormone changes, and mechanical irritation[@B3][@B4]. Ultraviolet irradiation ranging from 280 to 315 nm is known to reactivate HSV in animal models and humans[@B4]. An EL emits 308-nm photoelectromagnetic waves; thus, this emission may contribute to reactivation of HSV. Physicians should be aware that EL irradiation may elicit the reactivation of HSV and we recommend surveillance in patients receiving EL treatment, especially in those with a history of HSV infection.
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